of opacity all over the right and left lung fields. The astic attack was relieved only after giving 100 mg of hydroordsone sodium succinate intravenously. - A 62-year-old man with grade III chronic coronary insufficiency was to be treated with propranolol in an initial daily dose of 120 mg. On compression of the right carotid sinus he was found to develop a brief syncope and marked bradycardia resulting from sinus arrest followed by junctil escapes (see fig., A) . Thus a hyperactive carotid sinus refex syndrome was d. A test dose of 2 mg of propranolol was administered intravenously as a bolus injion and 10 minutes later hyperextension of the head provxed a more prologed syncope and a more marked bradycardia than previously. Thus the hyperactive carotid sinus reflex syndroe had been transformed into a carotid sinus syndrome after propralol.
Su,-The hyperactive carotid sinus reflex syndrome is a physiopathological condition in which syncope, origina in the carotid sinus and mnediated through a cardiac and/or a peripheral vascular effect, develops on compression of the carotid sinus. The carotid sinus synde is an analogous physiopathological condition but of a higher grade as it mani£ests itself spontaneously.'
The existence of a carotid sinus syndre is a contrindication for the administration of beta-adrenergic blocking agents as these drugs inhibit sympathetic stimulation, important whenever vaal tone is increased.2~~~~~~~~~~~~1 -carotid| sinus massage Electrocardiograms (lead II) ro paient with hyperactive carotid sinus.reflex, syndrome. A. Right carotid sinus cmrsioin: sinus arrest and junctional-escapes. B. Carotid sinus coDmpression after propranolol: cardfiac iniiinis ehnced. C. Carotid sinus massage after atropine: no effect on cardiac activity.
As the existence of a hyperactive carod reflex s e might also be a containdication for any therpy with beta-adrenergic blocking drugs, all the patients from our outpatient department who are to be put under treatment with propanolol are previously tested for a hyperactive carotid sinus reflex syndm was diagnosed. A test dose Franke's procedure.34 A 62-year-old man with grade III chronic coronary insufficiency was to be treated with propranolol in an initial daily dose of 120 mg. On compression of the right carotid sinus he was found to develop a brief syncope and marked bradycardia resulting from sinus arrest followed by junctil escapes (see fig., A) . Thus a hyperactive carotid sinus refex syndrome was d. A test dose of 2 mg of propranolol was administered intravenously as a bolus injion and 10 minutes later hyperextension of the head provxed a more prologed syncope and a more marked bradycardia than previously. Thus the hyperactive carotid sinus reflex syndroe had been transformed into a carotid sinus syndrome after propralol.
Digital compression of the carotid sinus for a shorter period than previously provoked a much more lasting sinus arrest 15 minutes after propranolol (see fig., B) .
Twenty minutes after prIpranolol 1 of atropine was ineted intravenously; five minutes later th right carotid sinus was mssaged for several seconds. No effect was observed either on the electrical activity of the heart (see fig., While it is true that the E.S.R. does not correlate with the degree of, and is not often a reliable guide to, disease. activity, it is misleading to say that this investigation is "of little value" in ankyksing spondylitis. Even moderate elevations t the E.S.R. may be helpful in the diagnosis of the early case. Moreover, the authors give the normal range of the E.S.R. as 0-12 mm/1 hr. Most rheumatologists take a higher figure as the upper normal limit-up to 15 mm/i hr in young males and 20 mm/l hr in young females (even higher upper limits of normal are accepted in the elderly). Therefore the statement that "the E.S.R. was moderately raised in most patients" must be regarded with some reserve. In a few severe cases of ankylosing spondylitis the E.S.R. is very high and these patients do often have considerable pain; they are ill, wasted, and often respond poorly to conventional treatment with antiinflammatory drugs or deep x-rays. A continued high E.S.R. can therefore 'be of some prognostic significance.
Regarding serum protein electrophoresis in spondylitis, it is worth adding that when immunoelectrophoresis is carried out in addition to conventional electrooresis a much higher frequency of abn alities is found. In 10 consecutive patients of mine paper electrophoresis showed abnolities in only two, whereas immunoelectrophoresis showed abnomalities of one or more of IgA, IgG, and IgM immunogk*nulins in half the group.
From the point of view of early diagnosis this would seem to merit further study. When IgG ant;globulins are considered, elevated levels are found in the majority of patients as in other varieties of seronegative polyarthritis,' but this is a more difficult investigation to carry out routinely.-I am, etc., D. N. GOLDING Amyloidouis and the Kidney SIR,-It is a pity that your leading article on amyloidosis and the kkiney (12 May, p. 322) conveyed the impression that the body organs are equally affected in priary and secondary amyloidosis, ting the taditional view that this is not so. The assertions may be true for the kidney, heart, and alimentary tract but they certainly do not apply to skin.
Clinical involvement of the skin in secondary amyloidosis is rare, whereas it is common in the primary form and in association with sna. About a quarter of t-hese patients have cutaneous lesions which are sufficiently characteristic to allow a firm clinical diagnosis in anticipation of biopsy ofirmation. Translucent brown papules abou the eyelids ace often haemorrhagic. Sometimes larger but similar nodules appear on the face and lips. Diffuse infiltration of the fingers and hands (somets ind haenwrrhagic pseudobullae) leads to an apperance which may be mistaken for scleroderma.
These and other physical signs my lead to recogition of the primary and myeloma- 
